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The combination of dextropropoxyphene and paracetamol, marketed as
Distalgesic, once a popular analgesic, is now less commonly prescribed. Each
tablet contains 32-5mg of dextropropoxyphene and 325mg of paracetamol.
Overdoses with this preparation were common in the late seventies, though
nowadays are rarely seen.' Overdoses of as little as twenty tablets very often led
to death within thirty minutes.2 We report the case of a young man who survived
an overdose of one hundred and twenty tablets.
CASE HISTORY
A nineteen -year-old man was admitted via the accident and emergency
department to the coronary care unit having been found unconsciolus and fitting
at home. On admission he was deeply cyanosed, unconscious, apnoeic and
convulsing. There was no evidence of trauma. His pupils were dilated, blood
pressure was unrecordable and cardiac rhythm was sinus bradycardia. He was
grade 3 on the Glasgow coma scale and his blood sugar was 4-2 mmol/l. He did
not smell of alcohol. Initial management was ventilation and intravenous
diazepam to control the convulsions and 15ml paraldehyde intramuscularly.
Though his vital signs improved, there were no spontaneous respirations.
It was ascertained atthis stage that the patient had taken one hundred and twenty
Distalgesic tablets. An empty container had been found with the patient which
had contained this number of Distalgesic tablets which had been prescribed for
his mother the previous day. Over the following six minutes he was given a total
of 4mg naloxone and 100mg doxapram intravenously, before spontaneous
respirations occurred. The serum paracetamol level on admission was 310 mg/l.
Liver function tests, coagulation studies, serum urea and electrolyte levels were
normal. He was commenced on an intravenous infusion of n-acetylcysteine. On
regaining consciousness he admitted that he had taken one hundred and twenty
Distalgesic tablets with some alcohol ninety minutes prior to admission. Twenty-
four hours later serum alanine transferase was 77 lU/l (normal 0-40), serum
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aspartic transaminase 217 IU/I (normal 0-37) and serum total bilirubin 17-5
umol/l. These returned to normal after four days. He was then discharged to
psychiatric care.
COMMENT
Overdose of Distalgesic tablets leads to dextropropoxyphene and paracetamol
poisoning, and treatment is aimed at treating both these effects. Overdoses were
first described in 1960,2 and generally had a very poor prognosis, leading to
death in thirty to forty-five minutes after taking twenty to fifty tablets. The danger
of overdose is increased when taken with alcohol.3'4
An overdose leads very rapidly to convulsions, respiratory depression and cardiac
arrest. Pulmonary oedema may also occur. Effects due to paracetamol poisoning
include nausea and vomiting in the first 24 hours. Absorption of as little as 6-2g
paracetamol has been known to cause liver damage. Liver tenderness and
abdominal pain are found on the second day and these symptoms last for two or
three days, with hyperbilirubinaemia, prolonged prothrombin time and increased
serum alanine transferase as well as serum aspartic transaminase levels. Our
patient showed these biochemical changes but not the clinical effects.
It is known that the breakdown products of paracetamol produced by liver
microsomes bind to macromolecules. In therapeutic doses the breakdown
products are conjugated with glutathione. In paracetamol (acetaminophen in the
USA) overdose glutathione stores are depleted and toxicity occurs as the break-
down products are now free to bind to the macromolecules.5'6'7,8 A reduction in
toxicitycan beobtained byusing aglutathione precursor such as n-acetylcysteine.
If acute interlobular necrosis occurs, it can lead to permanent hepatic failure
within three to seven days.5'6'7,8 Acute renal tubular necrosis may occur without
any liver failure, and there is little correlation between liver and renal failure. Liver
damage is rare if the paracetamol level is less than 150 mg/l at four hours, but
renal damage has been known to occur with levels between 100 and 150 mg/1.6
There was no renal damage in the present case.
Our patient was given cardio-pulmonary support. Convulsions were controlled
with diazepam and paraldehyde and gastric lavage was carried out as soon as his
condition had stabilised. Despite the high serum level of paracetamol there was
minimal biochemical evidenceofrenalorhepatic damage, although theprognosis
based on these high levels would have been poor. We have not been able to find
a report of survival following such a large overdose. In 1977 Carson and Carson
reviewed 30 cases of fatal dextropropoxyphene poisoning in Northern Ireland.2
The number of tablets taken was estimated to range from between twenty and
fifty, but in our case the patient survived an overdose of more than twice that
number.
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